Repetition priming (RP) has been employed as a measure of implicit processing in patients suffering from a breakdown of semantic memory, as in the case of semantic dementia (SD), a subtype of frontotemporal lobar degeneration (FTLD). Here, we investigated face-name representation in a case of SD using a paradigm of within-and cross-domain repetition priming. Compared to ten healthy participants, SD patient did not show any facilitation when a famous name was primed by its own face (cross-domain) or when the prime was the same proper name (within-domain). Results are discussed within the hypothesis of a degradation of face and name representation, one of the most consistent accounts explaining semantic deficits in SD.
Introduction
Famous face recognition and proper naming impairments are neuropsychological deficits occurring following a wide range of brain damage types, including stroke, traumatic brain injury and neurodegenerative disease (Bauer, 2003; De Haan, 2000; Semenza, Mondini, Borgo, Pasini, & Sgaramella, 2003; Semenza, Mondini, & Zettini, 1995; Werheid & Clare, 2007) . When, in dementia, impairments with regard to famous faces and names occur, these are characterised by an insidious onset and a progressive manifestation. In particular, these deficits are common in patients affected by semantic dementia (SD), a clinical subtype of frontotemporal lobar degeneration (FTLD) (i.e., Snowden, Thompson, & Neary, 2004) . The diagnostic label of FTLD encompasses a number of heterogeneous clinical manifestations, in which different patterns of impairment, involving linguistic processing, executive functions and action organisation, reflect the location of the underlying pathology (Libon et al., 2007) . SD is traditionally the language variants of FTLD and is characterised by loss of word meaning and impaired language comprehension (Gorno-Tempini et al., 2004; Hodges, Patterson, Oxbury, & Funnell, 1992) .
SD is a clinical syndrome described first by Pick (1904 ). In 1975 , Warrington (1975 described three patients with progressive impaired recognition of objects and she hypothesised that the deficit was due to a breakdown of conceptual knowledge. Subsequently, Mesulam (1982 Mesulam ( , 1987 described patients with insidious disturbance of language, beginning with anomia and progressively reduced speech output and comprehension deficit, where he later named this syndrome primary progressive aphasia (PPA). Such patients can be distinguished based on the fluency of their speech, having either progressive nonfluent aphasia or fluent aphasia. The term 'semantic dementia' refers to fluent aphasia with additional loss of word meaning.
Later, Poeck and Luzzatti (1988) described patients with similar deficits. Only a year afterwards, Snowden, Goulding, and Neary (1989) demonstrated that these deficits were not confined to the verbal domain, and they designated these patients as suffering from a ''loss of semantic information", coining the term 'semantic dementia'. These patterns of impairment were characterised as degradation of a semantic store (Warrington, 1975) .
In substance, SD is characterised by loss of word meaning and impaired language comprehension, with preserved syntactic comprehension, production and fluency of speech output (Gorno-Tempini et al., 2004; Hodges et al., 1992) .
SD patients' performances correlate highly between different semantic tasks and show strong item-specific consistency across modalities, suggesting that the anterior temporal lobes underpin a single store of amodal semantic knowledge (Bozeat, Lambon Ralph, Patterson, Garrard, & Hodges, 2000; Rogers et al., 2004) . Semantic memory is affected, whereas episodic memory appears intact, where this feature distinguishes SD patients from Alzheimer disease (AD) patients, at least in the first stages of the diseases (Scahill, Hodges, & Graham, 2005) .
Voxel-based morphometry studies have shown that SD is characterised by damage to the anterior temporal lobe (Gorno-Tempini et al., 2004) . Temporal lobe atrophy in SD is usually bilateral, but most frequently predominant in the left hemisphere. Lateral and medial anterior regions are affected, including the perirhinal cortices and fusiform gyri (Chan et al., 2001; Galton et al., 2001;  
